Is periodontal disease preventable? From Mr M J Kowolik, Mr I T MacPhee and Mr H D MAdams Periodontal Department Edinburgh Dental Hospital, Edinburgh
Dear Sir, We feel compelled to comment on the recent review paper by Manson and Waite (May Journal, p 402).
Firstly, there are significant inaccuracies in some statements made. For example, metronidazole is neither an antibiotic nor broad spectrum, being effective against obligate anaerobic bacteria only; and sensitization of patients or emergence of resistant strains of organisms is almost unkown. Evidence has been emerging for some time that its effects on obligate anaerobic bacteria associated with periodontal disease persist for periods of up to 6 months after drug therapy is discontinued, although the more recent of the evidence on this (Lindhe et al. 1983) may not have been available to the authors at the time of writing.
Secondly, a review should present a balanced exposition of available knowledge and yet, with respect to the discussion of the microbiology of periodontal disease, this has not been done. The nonspecific plaque hypothesis may be relevant to a limited gingivitis but, contrary to the authors' statement, there is indeed a body of evidence implicating various genera and species of bacteria in the development and progression of variably aggressive periodontitis (Loesche 1976 , Tanner 1981 . The most recent paper quoted in this section is dated 1976, and the data published since that date have been well reviewed by van Palenstein Helderman (1981) .
In the long term this evidence may be central to the formulation of more precise clinical treatment programmes, and such an approach has been used with success in some periodontal clinics, including our own. The remarkable thing is that this information could have been used to reinforce the otherwise sensible section on the prevention of periodontal disease. A copy of this letter was sent to the authors, and Dr Manson replies as follows: Dear Sir, The search for specific causal organisms for periodontal diseases has been going on for many years (see review in Colyer J E (1916) Chronic General Periodontitis. Claudius Ash, London) and there is a growing mountain of data implicating first one group of microorganisms and then another. As laboratory techniques become more refined, microbiologists isolate and identify new microorganisms from the subgingival plaque, but the mere isolation of an organism does not mean that a causal role has been proven. Far from it: all is speculation and, in my submission, presenting a balanced view of the subject outside specialist texts and the seminar rooms of periodontists and dental microbiologists does not include flying the latest kite simply to shoot it down.
Gingivitis is the essential precursor of destructive chronic periodontitis. Therefore the prevention of periodontal disease means the prevention and control of gingival inflammation. Messrs Kowolik, MacPhee and Adams cite the review by van Palenstein Helderman, and I would like to quote from the conclusion of this paper: '... the subgingival micro-flora from health sites and inflamed sites (without tissue destruction) differs mainly quantitatively. Gingivitis is very probably caused by overgrowth of indigenous microorganisms and is probably of bacteriological non-specific etiology'. I must also point to the recent paper by Walker, Gordon and Socransky (1983, Journal of Clinical Periodontology 10, 422) 
